Introduction
Attention Deficit-Hyperactivity Disorder (ADHD) is a common behavioral syndrome, characterized by low levels of attention and concentration and high levels of activity, distractibility and impulsivity (American Psychiatric Association, 1994) . There is a high rate of co-morbidity of ADHD with learning disabilities. ADHD has been found to be associated with reading disorder (RD) in at least 20% of the cases (Semrud-Clikeman et al., 1992) . In the last 20 years several theoretical models have been formulated, and empirical research has been gathered, on what constitute the main core of cognitive symptoms in ADHD. However, only more recently research has attempted to characterize and separate the core cognitive features of ADHD and RD (e.g., Burgio-Murphy et al., 2007; Purvis & Tannock, 2000; Tiffin-Richards, Hasselhorn, Woerner, Rothenberger, & Banaschewski, 2008) .
One of the most influential theoretical models of ADHD posits that deficits in inhibitory control are the core symptoms in ADHD (Barkley, 1997) . Other theoretical models emphasize deficits in cognitive control mechanisms, including both conflict monitoring and error processing (Nieuwenhuius, Yeung, van den Wildenberg, & Ridderinkhof, 2003) , a dysfunction in the regulation of motivation and reward, with a preference for immediate versus delayed rewards (delay aversion, e.g., Sonuga-Barke, 2002) or deficits in state/arousal regulation (cognitive-energetic model, e.g., Sergeant, 2000) . In support of the inhibitory control model, children with Attention Deficit-Hyperactivity Disorder (ADHD) are impaired in laboratory tests that tap into response inhibition, such as go-NoGo tasks (see a review in Nichols & Waschbusch, 2004) .
Neural mechanisms underlying inhibitory processes can be studied with a high degree of temporal resolution by recording event-related potentials (ERPs) from the scalp. In ERP studies using go-NoGo tasks, the frontally maximal N200 wave, peaking around 200 ms, has been shown to have greater amplitude for NoGo relative to Go trials (e.g., Falkenstein, Hoorman, & Hohnsbein, 1999; Kok, 1986; Smith, Johnstone, & Barry, 2004) . It has been proposed that the NoGo N200 indexes an early mechanism of inhibitory control that is a reflection of a ''red flag" signal generated in prefrontal cortex to trigger the inhibitory process (Jodo & Kayama, 1992; Kok, 1986) . In studies using the Stop Signal Task (SST, Logan, Cowan, & Davis, 1984) a frontal NoGo-N200 has been reported as being abnormally reduced in children with ADHD relative to control children (Albrecht, Banaschewski, Brandeis, Heinrich, & Rothenberger, 2005; Dimoska, Johnstone, Barry, & Clarke, 2003; Liotti et al., 2007; Pliszka, Liotti, & Woldorff, 2000) . Furthermore, a right frontal N200 
